When Escherichia coli K-12(X) was infected with a T4rII bacteriophage, synthesis of lysozyme appeared at the normal time but stopped 15 min after infection. The lysozyme produced was 1 % of the normal level.
The genetic structure of the rII gene of bacteriophage T4 has been carefully studied (2) , but the physiology of the rII gene is still largely unknown (3-5, 8, 10, 11) . In this respect, B. Rutberg and L. Rutberg (9) reported that, when Escherichia coli K(X) cells were infected with rII mutants of phage T4, deoxycytidine triphosphatase was produced at the same rate as in r+-infected cells. Deoxyribonuclease activity was about one-third to one-half of that of r+-infected cells, but no lysozyme activity was detected in rII-infected K(X) cells. Other reports show that the initiation of deoxyribonucleic acid (DNA) synthesis is normal in rll-infected K-12(X), but DNA synthesis is blocked at a later stage (4, 5, 8) . In a permissive host, phage lysozyme synthesis starts at about the same time as the initiation of DNA synthesis (7) . We might expect, therefore, that some lysozyme was synthesized before termination of DNA synthesis, but at levels too low to be detected by the assay method used by Rutberg and Rutberg (9) . I have used a more sensitive assay (6) to reexamine phage lysozyme synthesis in T4rII-infected E. coli K-12(X).
K-12(X) cells from an overnight culture were diluted 100-fold into tryptone broth (7) and grown with aeration at 37 C for about 4 
